THE SUBJECT I intend to discuss this evening deals with the involvement of the biliary tract and in particular of the large biliary ducts in acute hepatitis. It is very difficult to study these ducts in hepatitis, because these effects are largely overshadowed by those of the parenchymal lesion. Radiological investigation is of no help unless we try to do direct cholangiography through an intrahepatic or intracholecysticRoyer's-injection. Biopsy of the biliary ducts is not possible. There is nothing left to do but duodenal drainage, a technique and interpretation, as we know, offering many disadvantages and difficulties. So we often fail to pay the biliary tract sufficient attention, or even tend to neglect it altogether.
We have been carrying out research on this problem for a long time, and have been able to verify that the biliary tract not only contributes to hepatitis, but does so very frequently. Involvement of the biliary tract was detected in 45% of our patients. Its presence was mainly evident from:
1. Drainage data, showing-(a) bile flow abnormalities (Bengolea and Velasco-Suarez, 1953; Labo and Lenzi, 1949; Lenzi, 1952) (Fig. 1); (b) sediment alterations, which formed a thick layer of epithelial cells and leucocytes (Bengolea and VelascoSuarez, 1953 ; Labo and Lenzi, 1949; Lenzi, 1952) (Fig. 2) In the second type, on the contrary, the parenchymal lesion and the intrahepatic cholestasis, "facteur complementaire dans la prolongation de la jaunisse" (Albot, 1962) dominates the whole picture.
In addition to duodenal drainage data there are a number of other reasons for implicating damage to the biliary tract in hepatitis, namely:
2. Possibly successful therapy by duodenal drainage. In some cases of the first group we noticed that after one or more drainages the stool suddenly became darker, while icterus regressed rapidly as if after the release of a mechanical obstruction (Bengolea and VelascoSuarez, 1953; Brule, Cottet and Hamburger, 1934; Brul6, Cottet and Netter, 1935; Caroli, 1954; Harvier and Antonelli, 1934 (Loeper, 1937; Loeper and Soulie, 1932) and sometimes suggests indeed the idea of some inflammatory obstacle at the level of the ampulla of Vater. 5. Biopsies have shown that the duodenal mucous membrane is very often quite obviously inflamed (Labo and Lenzi, 1949) (Fig. 5) . In some cases also radiological examination indicates swelling of the ampulla of Vater (Fig. 2, 6 ).
6. In those cases in which the hepatitis assumes a prolonged course ("ictere catarrhal prolonge") and the jaundice has a cholestatic character, a decision may be taken after a time to operate either because there is doubt of the diagnosis of hepatitis and we suspect an occlusion or even because (though we are sure of the hepatitis) we see that the icterus is not responding to medical treatment. The literature, especially when hepatitis was called catarrhal jaundice, contained many descriptions of such cases, to which I have drawn attention on other occasions (Sotgiu, 1956) .
What does the surgeon find in these cases? Let us omit those in which there is pancreatitis (Mallet and Jean-Jeary, 1946; MacDonald and Drysdale, 1943) , an actual papillitis (Baggenstoss, 1938; Eppinger, 1938; Sarles, 1950) or enlarged lymph glands (Brule and David, 1934; Loeper, 1937; Loeper and Soulie, 1932 (Backhaus, 1929; Benoit, 1935; Bergareche, 1941; Bergenfeld, 1944; Charrier and Thalheimer, 1929; Fragenheim, 1929; Haberer, 1932; Hurst and Simpson, 1934; MacDonald and Drysdale, 1943; Matsuo and Mizuta, 1925; Mirizzi, 1948; Nordmann, 1925; Oliver, 1951; Pribram, 1948; Rovsing, 1924; Soupault, 1949) , while in others they seem completely normal. If the surgeon, being uncertain about the origin of jaundice, performs in these cases a cholecystgastrostomy, we observe that almost always the jaundice regresses rapidly, even if the bile duct seems perfectly normal (Caroli, 1954 Holmgren, 1938; Pavel, 1944 (spasm theory), Pribram, 1948; Royer, 1964; Ryska, 1902; Toelg and Neusser, 1884 , and see the criticism of Caroli, 1950 and multiform are the alterations caused by the process we call hepatitis. Indeed the disease "hepatitis" consists not only of the inflammation of the liver, but sometimes also in inflammation of other parts, namely duodenum and pancreas, almost as in a segmental disease. Are we to go on considering all of them under the one label "hepatitis", with one single pathological common denominator, or should we rather not begin to distinguish different forms of the same hepatic disease? It is possible that such an adjustment of our ideas will take us even further, that is to admitting differences in the pathogenesis and etiology, as has happened with many other diseases. Although a viral etiology is certainly evident in cases of epidemic hepatitis, this is not always so in those of a sporadic nature. Many such cases probably have a viral activity, but perhaps not all. No efforts should therefore be spared to reach the truth, when we should be in a position to recognise the actual nature of every case of hepatitis.
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